projects have revealed that certain species possess onic death, whereas that of skr-7, -8, -9, or -10 was many Skp1-related genes. Figure 3C ) or with CeCUL4 (data not shown). CeCUL5 was not expressed at a detectable these C. elegans Skp1-related (skr) genes as follows: skr-1 (F46A9. Figure 5D ). SKRgreen fluorescent protein (GFP). The transgenes contained 5Ј regulatory sequences and exons correspond-7::GFP was expressed throughout animals at L1 and L2 stages ( Figure 5E ) but was not apparent in L3, L4, or ing to entire (SKR-1, -2, and -3) or truncated (SKR-4, -7, -8, -9, and -10) SKR proteins, which were followed adult animals (data not shown). Expression of SKR- 
to be arrested between gastrulation and the 2-fold phase ( Figure 6A ). This RNAi phenotype was highly similar to that of C. elegans cul1 ( Figure 6A ). Although most of the cul1 mutant animals grew until L3 or L4 and exhibited hyperplasia, almost all of the RNAi embryos died before hatching [22] . This difference in the RNAi phenotype and mutant phenotype of cul-1 may be attributable to the prevention of death of the latter during early embryogenesis by maternal RNA. Given that the nucleotide sequences of skr-1 and skr-2 are 83% identical, it is likely that RNAi for either skr-1 or skr-2 affects both genes and that the resultant phenotype therefore reflects the cumulative effects of functional suppression of both proteins. Our results therefore suggest that skr-1 or skr-2 (or both) is essential for embryonic development in C. elegans. Injection of animals with skr-7, skr-8, skr-9, or skr-10 RNA resulted in a reduced growth rate of the F 1 offspring (data not shown), which, in some instances, were also morphologically abnormal; the posterior body (from vulva to tail) was short and swollen, and the posterior gonad was bent as a result of pressure from the shortened body ( Figures 6B-6D ). Given that the nucleotide sequences of skr-7, skr-8, skr-9, and skr-10 share at least 87% identity, it is likely that RNAi for one of these genes also affects the others and that the resultant phenotype therefore reflects the cumulative effects of functional suppression of all four proteins. Our data suggest that these four skr genes may not be essential for survival but may be neccesary for normal development of C. elegans. Stereomicroscopy did not reveal abnor- damage by a pathway distinct from that responsible for SCF complex-mediated ubiquitination. The third addiin S. cerevisiae, and the Skp1-Rcy1 complex functions tional complex to which Skp1 was shown to contribute is RAVE, which comprises Skp1, Rav-1, and Rav-2, as- 
